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[ABSTRACT] Aim To mvestigate the relationship beween dendritic cells and severe atherosclerosis (A's) of coro-
nary heart disease patients and explore the possible mmune mechanisns of Sinvastatin M ethods A ccording to the
results of selective coronary angiography 20 negative control ( no obvious atherosclerosis group A), 20 severe coronary
heart disease patients w ith severe coronary stenosis w ithout any statins (A s group group B) and 20 severe coronary heart
disease patients w ith severe coronary stenosis w ith smvastatins 40 mg daily for at least 30 days ( Smvastatin group group
C). 20mL blood sanpleswere extracted through the angiographic catheter  Density gradient centrifugation w as used to
separate mononuclear cells (MNC). MNC were culured i vitro and differentiated to DC m vita  In B2 group 100
Pmol/L. Smvastatin were added on day 5 Flow cytametry was used to detect the mmune characteristics of DG Percent
of CD1a", CD1la" CD80", CD1la" CD83", CDla" CD86" cells and them ean fluorescent intensity (M F1I) werem easured
and recorded Results A fier in vitro proliferation mononuclear cells fran coronary artery could differentiate nto den-
dritic cells and the morphology of DC did not differ between groups Campared with negative controly the percent of
CDla", CDla CD80", CDla CD83", CDla" CD86" celll MFI MNC nunber DC number and stinulation index
(SI) m group B1 were significantly ncreased (P < Q 05); Canpared with group Bl, the MNC number in group B2 was
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not significantly higher but the percent of CD1a",

CD1a CD80", CDla" CD83", CDla CD86" celly MF] DC num-

ber and stinulation index ( SI) were decreased significantly (P < Q 05); Camparedw ith group BL, the percent of CD 14",
CD1la" CD80", CDla" CD83", CDla” CD86  celly MFI MNC number DC number and stinulation ndex (SI) m

group C were significantly decreased (P < Q 05).

Conclusion

In coronary heart diseases w ith severe stenosis the

number of dendritic cells and the expression of CD molecules ncreased significantly them aturation and stmulation ntenst

ty enhanced and DC played a key role in the severe stenosis of coronary atherosclerosis Smvastatin could mhbit the differ

entiation of DC, decrease the number of DC, reduce the expression ntensity mhibit the m aturation of DC and thus reduce

the stmulation function of DC.
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